[Effect of membrane permeability transition on hepatocyte apoptosis of the microcystin-LR-induced mice].
From the view of membrane permeability transition (MPT) to study the mechanism of microcystin (MCs) inducing hepatocyte apoptosis in mice, and unclose the function of reactive oxygen species (ROS) in this process. Use the mice as the model animals and randomly divide them into 4 groups. Group A were injected with physiological saline peritoneal in abdomen, while group B were injected with MC-LR 50 microg/kg bw in abdomen, group C were injected with the MPT inhibitor, Cyclosporin A (CsA) 100 mg/kg bw, in abdomen, and group D were injected with CsA 100 mg/kg bw in abdomen, and then after 1 hour, with MC-LR 50 microg/kg bw. Separate the mice serum, measure AST and ALT concentrations. Separate the mice livers and then perform the mice liver DNA segment detection, mitochondrion membrane potential level measurement, ROS level measurement and western blotting measurement at the expression level of Bcl-2. In the group treated with 50 microg/kg bw MC-LR, in the serum, the AST and ALT levels rised. In the liver cells, there was significant DNA ladder, the the expression of Bcl-2 at the level of protein increased, mitochondrion membrane potential level of liver tissue decreased, and the ROS level in the tissue increased. In the group treated with 100 mg/kg bw CsA, every index of the mice has no significant change. While with the pre-treatment of 100 mg/kg bw CsA, and then with 50 microg/kg bw MC-LR in abdomen, the DNA ladder in the liver tissue can be removed, and the serum AST and ALT concentrations, the expression of liver Bcl-2 protein, the mitochondrion membrane potential level and ROS level were conversed to the levels of the control group. In vivo the inhibition of transition channel of mitochondrion membrane can inhibit the hepatocyte apoptosis induced by MC-LR.